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In the February Neuron article by Yang et al., ªA Cysteine-Rich Isoform of Neuregulin Controls
the Level of Expression of Neuronal Nicotinic Receptor Channels during Synaptogenesisº (20,
255±270), lanes 3 and 4 in Figure 7C were labeled incorrectly. The corrected figure is printed
below.
Figure 7. Antisense-Oligonucleotide±Mediated
Knockdown of CRD-NRG Expression Blocks
the AChR-Inducing Activity of Visceral Motor
Neurons
(A) VMN microexplants were treated with
antisense oligonucleotide (AS) sequences,
specifically targeted against CRD-NRG or Ig-
NRG, or with control (mismatch) oligonucleo-
tides for 4±5 days. These VMN-CMs were
added to sympathetic neurons for 3 days. The
ACh-evoked macroscopic currents were re-
corded under the indicated conditions. Ip
(mean peak current 6 SEM) 5 339 6 17 pA,
n 5 66 for sympathetic alone; Ip 5 799 6 52
pA, n 5 63 for VMN-CM 1 mismatch; Ip 5
427 6 30 pA, n 5 62 for VMN-CM 1 CRD-
NRG AS; and Ip 5 805 6 68 pA, n 5 41 for
VMN-CM 1 Ig-NRG AS.Vh 5 260mV; [ACh] 5
500 mM. The difference between VMN-CM 1
CRD-NRG AS and VMN-CM 1 mismatch con-
trol is significant (p , 0.0001), but the dif-
ferences between sympathetic alone and
VMN-CM 1 CRD-NRG AS, and between
VMN-CM 1 mismatch and VMN-CM 1 Ig-
NRG AS, are not significant (p . 0.05).
(B) ED9 sympathetic neurons were treated as
in (A), and GABA-evoked peak currents were
recorded. Ip 5 355 6 31 pA, n 5 29 for sympa-
thetic alone; Ip 5 801 6 70 pA, n 5 31 for
VMN-CM 1 mismatch; Ip 5 729 6 109 pA,
n 5 16 for VMN-CM 1 CRD-NRG AS; and Ip 5
1175 6 130 pA, n 5 19 for VMN-CM 1 Ig-
NRG AS. Vh 5 260 mV; [GABA] 5 100 mM.
CRD-NRG AS does not significantly alter
GABA response from mismatch control, but
Ig-NRG AS significantly increases the re-
sponse (p 5 0.008).
(C) The effects of antisense oligonucleotide
treatment of VMN microexplants were exam-
ined by assay of tyrosine phosphorylation ac-
tivity of p185 in the MCF7 cell line. Blots were probed with anti-phosphotyrosine antibody and reprobed with anti-ErbB3 antibody to assess
loading. The extent of p185 phosphorylation was measured by densitometry and normalized to the density of ErbB3 receptor protein.
(D) ACh-evoked whole-cell responses were recorded from ED9 innervated sympathetic neurons cultured with VMN explants in the presence
of CRD-NRG AS or mismatch (control) oligonucleotide. Responses were normalized to the mean obtained from sympathetic neurons maintained
alone. The histogram displays the percent of neurons recorded with an x-fold increase in the magnitude of peak ACh-evoked responses.
Analysis reveals that knockdown of CRD-NRG by AS treatment significantly decreases the extent of the overall increase in the ACh-evoked
responses (p 5 0.005). For the bar graph, Ip 5 360 6 30 pA, n 5 21 for sympathetic alone; Ip 5 1821 6 133 pA, n 5 26 for input 1 mismatch
AS; and Ip 5 1101 6 122 pA, n 5 29 for input 1 CRD-NRG AS.
